Towards a multi-scale model of combination targeted and cytotoxic therapy to
evaluate treatment response in HER2+ breast cancer
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Overview In vivo data
* Using an established ODE model at the tissue scale for a preclinical model of HER2+ breast * Nude athymic mice subcutaneously implanted with BT474 HER2+ human breast cancer cells in

cancer undergoing trastuzumab treatment, expand to include cell scale effects for combination the flank (allowed to grow for 4-6 weeks) and injected on days 0 and 3 with trastuzumab (10
trastuzumab-paclitaxel therapy mg/kg) or, in controls, with saline.
* Will connect the two scales by coupling drug effects into the growth and reduction terms of the e Over 7 days, tumor volume, vasculature, Table 1: Summary of experimental data utilized and their sources
governing equation for tumor volume changes necrosis, hypoxia, and immune response Data Type
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* Immunofluorescent imaging for CD11c & F4/80 myeloid markers for immune infiltration
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